Partial cortical blindness is a visual deficit caused by unilateral damage to the primary visual cortex, a condition previously considered beyond hopes of rehabilitation. However, recent data demonstrate that patients may recover both simple and global motion discrimination following intensive training in their blind field. The present experiments characterized motion-induced neural activity of cortically blind (CB) subjects prior to the onset of visual rehabilitation. This was done to provide information about visual processing capabilities available to mediate training-induced visual improvements. Visual Evoked Potentials (VEPs) were recorded from two experimental groups consisting of 9 CB subjects and 9 agematched, visually-intact controls. VEPs were collected following lateralized stimulus presentation to each of the 4 visual field quadrants. VEP waveforms were examined for both stimulus-onset (SO) and motiononset (MO) related components in postero-lateral electrodes. While stimulus presentation to intact regions of the visual field elicited normal SO-P1, SO-N1, SO-P2 and MO-N2 amplitudes and latencies in contralateral brain regions of CB subjects, these components were not observed contralateral to stimulus presentation in blind quadrants of the visual field. In damaged brain hemispheres, SO-VEPs were only recorded following stimulus presentation to intact visual field quadrants, via inter-hemispheric transfer. MO-VEPs were only recorded from damaged left brain hemispheres, possibly reflecting a native left/right asymmetry in inter-hemispheric connections. The present findings suggest that damaged brain hemispheres contain areas capable of responding to visual stimulation. However, in the absence of training or rehabilitation, these areas only generate detectable VEPs in response to stimulation of the intact hemifield of vision.
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Introduction
Cortical blindness (CB) is a chronic loss of conscious vision usually caused by stroke damaging primary visual cortex (V1) and/ or the optic radiations (Cowey and Stoerig, 1991, 1995; Fujino et al., 1986; Holmes, 1918 Holmes, , 1919 Lawton Smith, 1962; Teuber et al., 1960; Trobe et al., 1973; Weiskrantz et al., 1974; Zhang et al., 2006a Zhang et al., , 2006b . CB is a severe impairment because V1 normally acts as a gateway of visual information transfer between subcortical centers (primarily the dorsal lateral geniculate nucleus, or dLGN) and multiple, extra-striate, visual cortical areas (Felleman and Van Essen, 1991; Van Essen et al., 1992; Van Essen and Maunsell, 1983) . Thus, V1 damage markedly reduces feed-forward visual input to extra-striate visual areas, affecting all visual perceptual modalities (perception of color, shape, motion, etc.). Moreover, because ischemic or hemorrhagic insults affecting V1 tend to have low mortality rates, patients are left with significant difficulties performing visually-guided activities of daily living, including reading, visual search, locomotion, navigation and driving (e.g. Bowers et al., 2009; Cole, 1999; Gutteridge and McDonald, 2004; Kerkhoff, 2000; McDonald et al., 2006; Pambakian and Kennard, 1997; Spitzyna et al., 2007; Vargas-Martin and Peli, 2002; Warren, 2009) . Thus, developing strategies to mitigate visual deficits in CB is vital, though controversial (Bouwmeester, et al., 2007; Das and Huxlin, 2010; Horton, 2005; Kerkhoff, 2000; Pambakian and Kennard, 1997; Reinhard et al., 2005; Stoerig, 2008 
